Leprosy patients with the low-resistant form of the disease, so-called lepromatous leprosy, have a more or less complete lack of cellmediated immunity against the leprosy bacillus (7, 10) . At the same time the humoral immune system is hyperstimulated, with consequent hypergammaglobulinemia and the occurrence of various kinds of autoantibodies (6, 8, 18, 28, (30) (31) (32) (33) . These humoral changes are very similar to the immunological derangements found in autoimmune disorders, e.g., SLE and rheumatoid arthritis. The similarities in features also extend to a rather high frequency of amyloidosis in lepromatous leprosy as well as in rheumatoid arthritis. Studies in the United States showed that amyloidosis was the actual cause of death in as many as nine out of 20 leprosy cases (29) . In another study of 101 patients at Carville more than 40% were clinically diagnosed as having secondary amyloidosis, with 31% positive gingival biopsies (35) . Similar studies in South America give figures of about the same order (18, 20) , whereas in India secondary amyloidosis seems to be rarer (16, 27) . No studies have so far been reported from Africa.
Recent progress in studies of amyloid substance (4, 9, 13, 14, 17, 23) has revealed a serum protein (amyloid-related serum component [ASCQ) , present in most cases of amyloidosis (91%) and in high frequencies in disorders characterized by a tendency to develop secondary amyloidosis, for example, rheumatoid arthritis (63%) (11) . In the present investigations serum samples from leprosy patients along the disease spectrum have been tested for the presence of protein ASC. The results show a high incidence of protein ASC not only in polar lepromatous cases but also in the borderline groups.
MATERIALS AND METHODS Serum samples from patients and normals. Serum samples from 63 leprosy patients were included in the study. The patients were all registered at the All Africa Leprosy and Rehabilitation Training Center (ALERT), Addis Ababa, and were classified by histological examination of biopsies according to the Ridley and Jopling system (24) (25) (26) IgM concentrations were also determined in the 63 leprosy sera, as well as in the 23 serum samples from adult Ethiopians. IgM levels in sera from LL and BL patients were significantly higher than in the control sera (Fig. 3) . Concentrations in the control sera were similar to the three tuberculoid groups (BT, TT/BT, TT) but were all elevated as compared to the Caucasian serum pool (Fig. 3) . The number of protein ASC-positive serum samples from adult, apparently healthy Ethiopians was as high as five out of 23 (22%). The incidence is significantly higher than the frequency of protein ASC-positive sera among adult Norwegian blood donors (2.9%; X2 = 8.661; P < 0.005) (11) . The IgM determinations show that the humoral immune system in the Ethiopian controls is considerably more stimulated than the immunoglobulin system in Caucasians. This has been well documented by others previously (15, 34) . The high protein The basic characteristic of lepromatous lep--om leprosy patients rosy is a defective cell-mediated immune res indicate percentage sponse towards M. leprae (7, 10) . The exact ?s, with actual num-nature of this defect in the T-cell system has not yet been defined. Since a high frequency of protein ASC has been found in sera of patients )mponent (protein with Hodgkin's disease (11) , it also remains a ASC) in their serum. The figures correlated with the disease spectrum of leprosy, with the highest frequency among LL cases (64%) and decreasing towards the tuberculoid end of the spectrum (BL, 50%; BT, 35.7%; TT, negative). Our findings are in line with previous reports on the incidence of amyloidosis in leprosy (5, 20, 21, 29, 35) . The tendency to develop amyloidosis and to give detectable amounts of protein ASC seems to parallel the general and specific activation of humorai immunity which is a characteristic of lepromatous leprosy. This is illustrated by our finding of an overall correlation of protein ASC positivity to antibody activity towards an M. leprae antigen (Fig. 2) as well as to IgM levels (Fig. 3) . The same causes underlying the elevation of these two parameters might also be operative in creating the amyloid or preamyloid state (12) . Since the causative agent is known in leprosy and since leprosy is a chronic but curable disease it might constitute a convenient model for studies of amyloidosis.
The correlation of clinical as well as laboratory findings in leprosy to the histological classification according to Ridley and Jopling and Ridley and Waters (24) (25) (26) has been well established (7, 10) . In previous studies it became apparent that an intermediate group in the tuberculoid end of the spectrum could be delin- possibility that protein ASC production might primarily reflect a defective T-cell system and therefore only parallel a secondary humoral hyperactivity.
